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Abstract AIM To investigate the optimal protocol of ischemic
postconditioning IP against focal cerebral ischemia-reperfusion
injury and compare the effect of IP with that of ischemic precon-
ditioning IPC . METHODS To confirm the optimal protocol of
IP 60 male SD rats weighing 290-310 g were randomly assigned
to 6 groups n =10 each
different time intervals 15 30s 1 2 and5 min .

control group and IP groups with
IP was per-
formed by three cycles of reperfusion/ischemia R/I at different
time intervals 15 30s 1 2 and 5 min respectively after mid-
dle cerebral artery occlusion MCAO for 90 min. To compare
the effect of IP with that of IPC 30 male SD rats weighing 290-
310 g were randomly assigned to 3 groups n =10 each  control
group IP-15s and IPC. The rats in IP group were subjected to 3
cycles of R/1 after 90 min MCAQ at the best time interval 15 s .
The rats in IPC group were subjected to 20 min MCAQ 24 h before
90 min MCAO. The neurological deficit scores NDS were eval-
uated 24 h after reperfusion and the 90 animals were sacrificed.
Infarct volume as a percentage of volume at normal cerebral hemi-
sphere was determined by 2 3 5-triPhenyltetrazolium TTC

staining. RESULTS NDS was significantly lower and the infarct
volume was significantly smaller in IP-15 s group 34.0 =
4.8 % compared to that of control group 58.9+12.2 % P
<0.01 24 h after the reperfusion. The NDS in IP-15 s group
and IPC group were better than that in control group. The infarct
volume in IP-15 s group 36.1+10.3 %
26.8+3.3 % P<0.01 . CONCLUSION

The optimal protocol of IP to induce ischemic tolerance in brain is

was larger than that

in IPC group

three cycles of R/I 15 s/15 s . And the neuroprotection in-
2007-09-06 2007-11-10
30471664

. Tel 029 84775337 Email mazuike@ fmmu. edu. cn
. Tel 029 84775343
Email Wajingjing@ hotmail. com

duced by IPC is stronger than that by IP.
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